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SUMMARY
Twelve patients with the clinical features of shock following acute myocardial infarction were treated with low molecular weight dextran (LMWD) as a plasma volume expander. Two of the patients had elevated central venous pressures (CVP), and neither responded favorably to plasma volume expansion. The remaining 10 patients had CVPs under 7 mm Hg prior to dextran infusion; five survived. Each survivor responded favorably to dextran infusion manifested by an increase in arterial pressure and cardiac index. The average increase in CVP in these patients was 1.0 mm Hg per 100 ml of dextran infused. The other five patients died either without recovering from shock or in chronic cardiac failure. These patients failed to show a significant increase in arterial pressure or cardiac index after dextran infusion; CVP increased by an average of 1.9 mm Hg per 100 ml infused. Hypovolemia must be considered in all patients in whom clinical evidence of shock develops as a complication of acute myocardial infarction, and if the CVP is normal or low, plasma volume expansion should be undertaken with caution Circulation, Volume XL, tors have advocated plasma volume expansion of all patients in whom shock develops after myocardial infarction.' On the other hand, the potential hazards of such therapy in the presence of severe myocardial damage has caused us to attempt to establish some guidelines for using plasma volume expanders in these patients. We have conducted hemodynamic studies on 40 patients with circulatory insufficiency or shock complicating acute myocardial infarction. We report here the clinical and hemodynamic responses to low molecular weight dextran (LMWD) in 12 of these patients, 10 of whom had control CVPs of less than 7 mm Hg (10 cm H20).
Methods
Patients were selected for study because intravenous infusions. If plasma volume expansion is to be attempted in such patients, it must be done with extreme caution. When the CVP is not elevated and yet the patient shows evidence of circulatory insufficiency or shock following acute myocardial infarction, hypovolemia must be suspected. Under these circumstances, a therapeutic trial of plasma volume expansion is indicated. A favorable response to fluid administration can be recognized by an increase in arterial pressure, pulse volume, and urine flow accompanied by clinical improvement. The CVP will remain low or increase minimally. The patients in group A (responding well to volume expansion) showed a mean rise in CVP of only 1.0 mm Hg per 100 ml of LMWD administered, and the highest was only 1.5 mm Hg per 100 ml infused. This response is most likely to be seen in younger patients with minimal myocardial damage and indicates an excellent prognosis. When, however, fluid administration results in a rapid increase in the CVP and shock or circulatory insufficiency persists, severe myocardial damage is probably present. The patients in group B (poor response to volume expansion) had a mean rise in the CVP of 1.9 mm Hg per 100 ml of LMWD infused, and the least rise was 1.3 mm Hg per 100 ml. These patients were elderly, had lower initial blood pressures than group A patients, and had clinical or postmortem evidence, or both, of severe myocardial damage.
Although we did not measure total blood volume in our patients, others have found normal or 
